Urolithiasis leading to renal failure is a very common occurrence. But if the patient is co-infected with genitourinary tuberculosis, then it becomes all the more unusual and challenging, especially if the patient is immunocompetent. This patient, who presented to us with bilateral urolithiasis and features of renal failure, underwent left nephrectomy after thorough investigations. The biopsy revealed features of renal tuberculosis. The patient was put on anti-tubercular therapy (ATT) and later, he underwent right ureteroscopic lithotripsy. He completed his course of ATT and is on regular follow-up. His serum creatinine also stabilised with regular hemodialysis. The main aim of this case report is to bring to light this unusual and interesting presentation of bilateral urolithiasis with genito-urinary TB presenting as renal failure, which was successfully managed.
The most common form of nonpulmonary tuberculosis, after lymphadenopathy, is genitourinary disease, which accounts for 27% (range, 14 to 41%) of the nonpulmonary cases [1] . On the other hand, urolithiasis is one of the most common afflictions of modern society. Renal disease which is caused by environmental mycobacteria in non-immunosuppressed individuals is exceedingly rare [2] . It is not uncommon to see a patient of genito-urinary tuberculosis or urolithiasis present with renal failure, but if the patient has both urolithiasis and tuberculosis concomitantly, then it becomes all the more challenging to determine the cause of the renal failure and to manage it successfully. Hence, we would like to bring to light this interesting case that we recently encountered.
A 30 years old male presented to us with the complaints of a decreased urine output and facial puffiness with pedal oedema. He had visited another hospital for the same complaints few months back and he was also admitted there for a few days. He also gave a history of significant weight loss of about 10 kgs in the past 3 months and fever on and off. On checking his previous medical records, it was revealed that he was suffering from left renal calculi and a right upper ureteric calculus, for which an emergency bilateral double-J stenting was done in that hospital, as he had presented with bilateral gross hydronephrosis and a deranged renal function test. He did not give a history of any known co-morbid conditions or of any form of immunodeficiency.
His serum creatinine at the time of presentation to us was 2.6mg% and urea was 64 mg%. A non-contrast CT-scan revealed multiple left renal calculi, a right upper ureteric calculus with bilateral gross hydronephrosis and a bilateral D-J stent in situ [Table/ Fig-1] . The left renal parenchyma was thinned out. A urine routine examination revealed sterile pyuria with acidic urine. His chest X-Ray was normal. An ELISA test which was done for HIV was negative. The rest of the investigations did not reveal anything significant.
The patient underwent left nephrectomy after a thorough workup, as it was clear that his left kidney was not salvageable. The excised istry revealed that 195 of 30,064 new patients (0.65%) had renal failure which was caused by renal tuberculosis, an incidence which was similar to those of previous years [8] . It is usually caused by the reactivation of the old, dormant disease, although cases have also occurred in younger, HIV-positive patients [9] . GUTB is extremely uncommon in immunocompetent individuals. In an autopsy study which was done in India, 24 of 35 kidneys from patients who died of AIDS, showed an evidence of infection, which included 17 cases of tuberculosis [10] . In a similar study which was done in Mexico City, renal disease was demonstrable in 87 of 138 (63%) autopsies which were done on AIDS patients: infection was the cause of the renal disease in 36 cases; it was caused by M. tuberculosis in 19 cases [11] . The kidney is usually infected by a haematogenous spread of bacilli from a focus of the infection in the lung. In most of the cases, at the time of presentation, there is no evidence of active pulmonary disease, although there may be a clinical or a radiologic evidence of a past infection, suggesting that a renal involvement occurs as a result of a reactivation after a period of dormancy [12, 13] . Clinically, renal tuberculosis usually presents unilaterally, but post mortem studies which were undertaken in the first half of the 20 th century have indicated that the disease is frequently bilateral [14, 15] . On the other hand, it is well known that long standing urolithiasis with obstructive uropathy invariably leads to a renal failure. A prolonged obstruction leads to repeated episodes of pyonephrosis, finally leading to renal failure. But, whether the concomitant presence of both obstructive uropathy and GUTB leads to a more rapid deterioration of the renal functions, is still not established. Neither is there any evidence to prove that one condition can act as a catalyst for the other.
CoNCLUSIoN
Tuberculosis is a common disease worldwide, and so is urolithiasis. They are all the more common in our country. Both have many implications for the urologist as well as for the nephrologist. In developing nations such as ours, sterile acidic pyuria should be thoroughly investigated. Also, an early relief from the obstructive uropathy is the key to the preservation of the renal functions and the prevention of a subsequent need for a haemodialysis, which is still a luxury for a vast majority of the renal failure patients in our country. A team approach is the key to a successful management of such unusual cases.
A thorough workup was done, to look for any evidence of active tuberculous foci elsewhere in his body, also in his genito-urinary system. His urine was sent for acid fast bacilli (AFB) staining and culture, which showed negative results. Post operatively, his serum creatinine started to rise and he underwent 2 sessions of haemodialysis. After consultation with the other concerned specialities, he was put on anti-tubercular therapy (ATT) for 6 months with a proper dose adjustment.
Two weeks later, he underwent a ureteroscopic lithotripsy for the right ureteric calculus and finally, about one month after being admitted, he was discharged. But by then, chronic renal failure had set in and his nadir serum creatinine had stabilized to around 3mg%. He now has to undergo maintenance haemodialysis regularly. He completed his course of ATT and is symptomatically much better. He is on regular follow-up with our department also.
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DISCUSSIoN
Till date, there are only very few literature reports on cases of bilateral urolithiasis with renal tuberculosis, which finally had led to chronic renal failure. Hence, it becomes all the more challenging to manage such patients and to give them acceptable lifestyles. Also, it is not common for immunocompetent individuals to suffer from genito-urinary tuberculosis. Renal TB should be suspected and treated if the tubercle bacillus is identified microscopically in a urine specimen [3] . However, in Indian studies, the TB culture is positive in only 30-40% of the urine samples [4] . Tuberculosis; although it is an uncommon cause of progressive renal failure, is an important one, because unlike many renal conditions, it is potentially preventable and easily treatable. As per the latest WHO estimate, the prevalence of TB in India is 249/100,000 population/year and among this, 19% are extrapulmonary (WHO 2012 estimates) [5] . Amongst all the GUTB cases, the kidney alone and the kidney with the urinary bladder or the ureter, is affected in more than 70% of the cases [6] . Evidence, as to the extent to which tuberculosis is a cause of end-stage renal failure worldwide, is scanty. But the recent data has suggested that renal TB can cause renal failure in 7.4% of the affected patients [7] . The cause of the renal failure can be either renal parenchymal destruction which is secondary to an infection or which is caused by obstructive uropathy. Obstructive uropathy, again, is an important precipitating factor for renal calculi. Overall, renal or ureteric stones have been reported in up to 19% of the cases [6] . The above mentioned data has been presented by us in a simplified manner in the form of a table [Table/ Fig-3 ].
Whereas, most of the world's tuberculosis is in the developing countries and the registries of the patients with end-stage renal failure are mainly in the developed world, as are the diagnostic methods, for arriving at a renal diagnosis. For these reasons, there is only little information on the contribution that tuberculosis makes to the burden of renal disease. In 1991, the data which was obtained from the European Dialysis and Transplant Association reg-
